Pseudohypoparathyroidism was initially suspected because of the characteristic habitus of truncal obesity, round facies, shortening of the fourth metatarsals, recurrent subcutaneous calcifications in the extremities, mental retardation with an IQ of 67, and biochemical abnormalities of hypocalcaemia (7 2 mg/100 ml (1 8 mmol/1); normal 9 0 to 11-5 mg/100 ml (2 25 to 2 87 mmol/l)), and hyperphosphataemia (9 7 mg/100 ml (3 13 mmol/l); normal 3 0 to 4 5 mg/l00 ml (0 97 to 1 45 mmol/l)). No eye abnormalities were noted on examination at that time. At the time of her diagnosis the patient was begun on supplemental vitamin D of 50 000 units per day. While she was on this regimen her serum calcium levels were found to be in the range of 8 to 10 mg/l00 ml (2 to 2 5 mmol/l), while her
metatarsals, recurrent subcutaneous calcifications in the extremities, mental retardation with an IQ of 67, and biochemical abnormalities of hypocalcaemia (7 2 mg/100 ml (1 8 mmol/1); normal 9 0 to 11-5 mg/100 ml (2 25 to 2 87 mmol/l)), and hyperphosphataemia (9 7 mg/100 ml (3 13 mmol/l); normal 3 0 to 4 5 mg/l00 ml (0 97 to 1 45 mmol/l)). No eye abnormalities were noted on examination at that time. At the time of her diagnosis the patient was begun on supplemental vitamin D of 50 000 units per day. While she was on this regimen her serum calcium levels were found to be in the range of 8 to 10 mg/l00 ml (2 to 2 5 mmol/l), while her serum phosphate levels were reported in the range of 6 8 to 9 5 mg/l00 ml (2 20 to 3 07 mmol/l).
The 1976 and 1977 she required many admissions to the hospital owing to the development of chronic renal failure with progressive uraemia. Calcium levels ranged from 7-6 to 91 mg/100 ml (1 9 to 2-27 mmol/l), and phosphorus from 4-1 to 7 9 mg/ 100 ml (1.32 to 2 55 mmol/l).
Before her death she developed secondary hypertension, hypertensive encephalopathy, anuria, ascites, and secondary pancreatitis. She died on 25 April 1977 as a result of renal failure, bronchopneumonia, and pulmonary oedema.
The findings at necropsy included (1) metastatic calcifications of subcutaneous tissues, pancreas, and basal ganglia of the brain; (2) bilateral renal atrophy with uraemic changes; (3) pulmonary oedema, pulmonary effusions, and acute bronchopneumonia; (4) cardiomegaly and fibrinous pericarditis; and (5) skeletal abnormalities.
Lesions present in both eyes included (1) bullous keratopathy; (2) cataractous lens changes; (3) serous retinal detachment; and (4) bilateral scleral and choroidal calcifications (Fig. 1 (Cogan et al., 1948; Walsh and Murray, 1953; Jensen, 1975) , in acute and chronic renal failure (Berlyne and Shaw, 1967) , in sarcoidosis (Cogan et al., 1948; Walsh and Murray, 1953; Crick et al., 1961) , in vitamin D intoxication (Howard and Meyer, 1948; Walsh and Murray, 1953; Gifford and Maguire, 1954; Leira, 1954) , and in hypercalcaemia with band keratopathy (Leira, 1954) . All these entities involve an imbalance of the serum calcium and phosphate levels. The presentation and the location of the calcium deposits in these diseases usually differ from the findings in our patient. In hyperparathyroidism Berkow et al. (1968) reported the sites of these calcifications to be the nuclei of the basal layer of the corneal epithelium, stromal keratocytes, and the nuclei of the endothelial cells of the cornea. In the hypercalcaemic state the calcium deposits found in band keratopathy are characteristically located in the Bowman's membrane in the form of spherules (Berkow et al., 1968) . The medical findings in our patient rule out hyperparathyroidism and sarcoidosis as causes of her scleral calcifications. Limbal scleral calcifications of a mild degree and senile scleral plaques in the area of insertion of the extraocular muscles are occasionally observed on pathological examination of eyes at necropsy. Our patient's young age and the severity of calcification observed are not consistent with ageing changes as an explanation for her calcifications.
In vitamin D intoxication metastatic calcifications of the cornea and conjunctiva have been reported (Walsh and Murray, 1953) . These calcium deposits are reversible after the serum calcium level is corrected to normal levels (Wash and Murray, 1953).
Our patient developed vitamin D intoxication with transient hypercalcaemia 9 years before her death. However, her calcium levels subsequently were within normal limits or lower than normal, and no recurrence of the hypercalcaemia was noted in subsequent years. We consider it highly unlikely that the severe scleral calcifications seen histopathologically could be attributed to the vitamin D intoxication which occurred 9 years earlier.
With the biochemical abnormalities of the hypocalcaemia and hyperphosphataemia in pseudohypoparathyroidism are characteristically found ectopic calcifications in the basal ganglia, the subcutaneous tissues, and the lens (Potts, 1972) . By the same process it is likely that ectopic calcifications could develop in the sclera and choroid of patients with pseudohypoparathyroidism. We postulate that the biochemical imbalance of calcium and phosphate resulting from the defective response of the endorgans for the parathormone contributed principally to the formation of these ectopic calcifications in the basal ganglia and subcutaneous tissue as well as the sclera and choroid.
Our patient also had chronic renal failure with the development of progressive uraemia in the last 8 years of her life. In chronic renal failure eye calcifications have been reported in the conjunctiva, cornea, and the sclera (Potts, 1972; Porter and Crombie, 1973; Demco et al., 1974; Harris et al., 1971) . Given this patient's renal condition at the time of her death, it is certainly possible that her compromised renal status may also have been a factor in the scleral calcium deposition. In our experience and from published reports the degree of calcification found in our patient's sclera and choroid would appear to be unusual for terminal renal failure alone. To determine the relative contribution of the renal failure and the pseudohypoparathyroid state to the ocular calcification we would suggest that radiological studies including a computerised axial tomography scan or B-mode ultrasonography, or perhaps scleral biopsies should be considered early in the course of other patients with this disease. Since renal failure is not a constant complication of pseudohypoparathyroidism, this should be possible in some patients. 
